alternative source of energy by the brain cells. It has also been shown that both corticotrophin and corticosteroids enhance glutamic acid utilization (preferentially to glucose) in the central nervous system and it may be that this mechanism is at work in this infant.
(3) The third point of interest is a series of experiments with derivatives of L-leucine. The suggested catabolic pathway for L-leucine is shown in Fig 2. The immediate breakdown products are a-ketoisocaproic acid and isovalerate. Cochrane et al. (1956) , who first described this syndrome, showed that isovaleric acid was not hypoglycemic in their patients. Fig 3 shows an experiment in which the latter substance was given simultaneously with L-leucine by oral administration and Fig 4 shows the effect of simultaneous intravenous administration. There was a rise in blood glucose over three fasting levels (Fig 3) . After intravenous administration there was a fall, but this appears to be delayed (Fig 4) . Mabry et al. (1960) demonstrated varying changes of blood sugar concentrations after the intravenous administration of a-keto-isocaproic acid. When this was given intravenously simultaneously with L-leucine to our patient there was in fact a rise of blood sugar over fasting levels ( Fig 5) , indicating that this substance, like isovaleric acid, might be blocking whatever mechanism was causing the release of insulin after L-leucine administration. The test was, however, repeated and the blood glucose fell from fasting levels of 13 and 20 mg/100 ml to 9 mg/100 ml at 15 minutes and 12 mg/100 ml at 30 minutes after the injection. This illustrates the variability of results to be expected with a-keto-isocaproic acid (Mabry et al. 1960 ) but the fasting concentrations were rather low and the significance of the fall of blood glucose at this level might be questioned. It is felt, nevertheless, that this type of investigation is useful in the study of patients with leucine-induced hypoglycemia because of the light it may yet throw on the mechanism of release of insulin from the islets of Langerhans. Trichobezoar J S Cobb mB (for B D R Wilson FRcP) C G, female, aged 12 History: She complained of a progressively worsening burning pain under her left ribs on exercise and after meals for six weeks. She had lost her appetite and 7 lb in weight. Her bowels had been normal and there was no history of vomiting.
After operation the parents admitted that between the ages of 2 and 6 she had had the habit of sucking her hair and between these ages they had noticed hair in her stools. On examination: She was not obviously ill, but was anemic. There was a large hard mass across her upper abdomen. Investigations: Hb 49 %; PCV 28 %; MCHC 28%; WBC 9,050; ESR 26 mm in one hour (Westergren). Barium meal showed filling defects throughout the stomach with an ulcer crater on the greater curve (Fig 1) . Laparotomy (Mr Malcolm Gough): A gastrostomy was performed and an unsuspected trichobezoar removed.
Discussion
The diagnosis was missed because she presented as a short-haired girl who appeared entirely normal mentally and a history of trichophagia was not obtained. The mass was thought to be neoplastic. Her anaemia supported this diagnosis and, because of the large ulcer, the appearances barium meal were thought to be those of a malignant neoplasm most probably lymphosarcoma. Ulceration occurs in about 8% of trichobezoars and carries a high mortality (DeBakey & Ochsner 1939) . In this case it is likely that it was responsible for her symptoms and anemia. The interval of six years between when she stopped hair eating and the onset of her symptoms is not remarkable as many of these patients carry hairballs in their stomachs for fifteen to twenty years before becoming ill (DeBakey & Ochsner 1938 K W, West Indian girl, now aged 9 History: Admitted for investigation of uveitis and miliary mottling in lungs on chest X-ray. ? Ophthalmia neonatorum in left eye, followed by corneal haze with opacity in lens. Later, recurrent inflammation of both eyes. No cough, fever or any constitutional symptoms. Family history of pulmonary tuberculosis in maternal grandfather. On admission: Did not look ill. Raised brownish nodules in iris in right eye and tcorneal haze with anterior polar lens opacity in left eye. Small, discrete and firm lymph glands palpable peripherally. Circumscribed granular skin lesions, two on chest and one on back.
Investigations: Mantoux tests -in diltons of 1/10,000, 1/1,000 and 1/100 negative. NO acidfast bacilli on repeated cultures of junrne, tst1l, laryngeal swab and gastric washings.-SMii proteins 8-6, albumin 3 6, globulin 5 g/100sffii'. Increase in a2-and y-globulin fractions on electrophoresis. Serum uric acid 6-5 mg/100 ml.
Alkaline phosphatase 17 K-A units. ESR elevated up to 84 mm in one hour (Westergren). Cdhest X-ray showed bilateral hilar lymphadenopathy with generalized mottling in both lungs. Kveim's test done, but suppressed by steroid therapy. Skin biopsy consistent with sarcoid.' Treatment and progress: Antituberculous chemotherapy initially, given-for about a month without success. Worsening of uveitis prompted the use of steroids, followed by significant 'improvement of eyes and skin lesions and in radiological appearance of lungs. ESR dropped to normal. General condition remains good. The lack of constitutional symptoms in the presence oidf characteristic nodules in the iris (Fig 1) , radiological changes in the lungs, and granuloma annulare (Fig 2) , is a striking feature of sarcoidosis and is diagnostic. This condition is rare in childhood and, up to 1961, out of 120 children suffering from sarcoidosis, only 28 (23 3 %) have been reported under the age of 9 (Kendig & Wilby 1961). Acknowledgment: I am greatly indebted to Mr C G Keith for his help. The following case was also shown: Acute Dermatomyositis Presenting with Pulmonary Manifestations Dr L M S Dubowitz (for Dr John Lorber) To be published in Arch. Dis. Childh. (1964) 39 
